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EEBEANR BRI AILAER S 45 #1314 )L HIE BILA LS AR, L P& % 16 4 (HIE-1 20), % & 15 41
(HIE-2 #1), % B 14 4] (HIE-3 41) . B oF L 45 B 41 2 A 4 Be 4 &£ )L 15 B 4F A s B2 (HC 41), £ A Luminex
200 & A8 UK ) & 20 e i gm i B F TL-37 . 11-18  11-1B8.11-6 Fo AF 7% 3R 58 B -F (TNF)-a /K F 54k 9138 33 g %
A (LPS) # L 32 Fr A % e 8 1 R 28 L (HBMEC) , 9 A 2 & % B 40 | LPS &) 28 Ae 11L-37+ LPS 48, KA i &
0 R A AR ) B4 2 R B T A R A SR R OB R B RSB R (RT-PCR) 4 & 28 HBMEC 3% 7 L&k P 1L-
18 mRNA.IL-18 mRNA.IL-6 mRNA & TNF-« mRNA &iA AP, R 5 HC A48k, HIE-2 42, HIE-3 41
B U 1L-37 K -F B (P <0.05) , HIE-3 A MAK £ 4 9] 2 (P<0.05), 5 HC 448k, HIE-2 48 HIE-3 4
# )L F 11-18 . 1L-18.1L-6 & TNF-a K F & (P <C0.05), B HIE-3 284 & £ A ¥ 2 (P <0.05), # 4L
HIE % U2 i% 1L-37 KF 5 fif 1L-18(r=—0.465 2,P =0. 001 3) ,IL-6(r=—0.338 4,P=0. 023 0) ,TNF-a
(r=-—0.319 9,P=0.032 2) . IL-13(r=—0.358 8, P=0.015 5)R-F¥H 2 Hisa%k, RIIIEHETT. 5584
[(2.154+1.17) % 148, LPS &l 48 HBMEC # = %[ (9.4343.25) % 3§ m (P <(0.05); 5 LPS #l# 2848,
IL-37+LPS #l#48 HBMEC A = %[ (4. 08+£2.41) % |HAK(P<C0.05), 52 @248k, LPS &l # 4 HBMEC
% IL-18 mRNA,IL-6 mRNA ,TNF-a mRNA #= IL-18 mRNA & ik K -F 8 B4 & (P<<0.05) ;5 LPS #2148
Yo, IL-37+LPS #4248 1L.-18 mRNA .IL-6 mRNA ,TNF-« mRNA #= IL-13 mRNA & & &K F B4& (P <C0.05),
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Expression and significance of IL-37 in neonatal hypoxic ischemic encephalopathy”
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Abstract: Objective To explore the expression and significance of interleukin (IL)-37 in the neonatal hy-
poxic-ischemic encephalopathy (HIE). Methods Forty-five newborns with HIE were selected to participate in
this study,including 16 cases of mild (HIE-1 group),15 cases of moderate (HIE-2 group) and 14 cases of se-
vere (HIE-3 group), and contemporaneous 15 healthy newborns were selected as the control group (HC
group). The levels of serum 11.-37,11.-18,11.-1 8,11.-6 and tumor necrosis factor (TNF)-a were measured by
the Luminex 200 liquid chip instrument. The human brain microvascular endothelial cells (HBMEC) were cul-
tured by the lipopolysaccharide (LLPS) stimulation in vitro and divided into the blank control group,LPS stim-
ulation group and IL37+ LPS group. The apoptosis rate of each group was detected by the flow cytometer.
The levels of 1.-18 mRNA,IL-18 mRNA,IL-6 mRNA and TNF-a mRNA in HBMEC culture supernatant of
each group were detected by real-time fluorescence quantitative PCR (RT-PCR). Results Compared with the
HC group,the level of serum I1.-37 in the HIE-2 group and HIE-3 group was decreased (P <C0. 05),and the
decrease in the HIE-3 group was more significant (P<C0. 05). Compared with the HC group,the serum 11.-18,
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IL-18,11.-6 and TNF-a levels in the HIE-2 group and HIE-3 group were increased (P <C0. 05), moreover the
increase in the HIE-3 group was more significant(P <C0. 05). The serum IL.-37 level in the newborns was neg-
atively correlated with the serum 11.-18 (+=—0. 465 2,P =0. 001 3),IL.-6 (+=—0.338 4,P=0.023 0), TNF-
a (r=-—0.319 9,P=0.032 2) and 1L-18 (+=—0. 358 8,P =0. 015 5). The in vitro experiment showed that
compared to the blank group [ (2. 15 = 1. 17) % ], the apoptosis rate of HBMEC in the LPS stimulation group
was increased [ (9. 43 £ 3.25) % ,P<C0.05];compared with the LPS stimulation group,the apoptosis rate of
HBMEC in the I1L-374 LPS stimulation group was decreased[ (4. 08 + 2.41)%, P <C0. 05]. Compared with
the blank group,the expression levels of 11.-18 mRNA,IL.-6 mRNA, TNF-a mRNA and IL-18 mRNA in the
LPS stimulation group were significantly increased (P <C0. 05) ;compared with the LPS stimulation group,the
expression levels of 11.-18 mRNA,IL-6 mRNA,TNF-« mRNA and IL.-183 mRNA in the IL-37+ LPS stimula-

tion group were decreased (P <C0. 05). Conclusion

11.-37 alleviated the inflammatory response during HIE

process possibly by reducing the expression of pro-inflammatory cytokines 11.-18,11.-18,11.-6 and TNF-a.
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Fik IL-18: Em 514 5'-ACTGTACAACCGCAG-
TAATAC-3", & 11 51 ¥ 5-AGTGAACATTA-
CAGATTTATCCC-3';1L-1B: IE 16 51 4 5'-GCAAT-
GAGGATGACTTGTTCTTTG-3', 5% 5 -CA-
GAGGTCCAGGTCCTGGAA-3";1L-6 1F [1] 5| ¥ 5-
GGTACATCCTCGACG GCATCT-3", [ 1 51 ¥ 5'-
AGTGCCTCTTTGCTGCT TTCAC-3'; TNF-«: iF

514 5-ACCTCTCTCTAATCAGCCCTCT-3', )&
54 5 -GTTGAGGGTGTCTGAAGGAGG-3; B-
actin: IE 1854 5'-CAGAGCAAGAGAGGCATCCT-
3, & M 5l ¥ 5 -GTTGAAGGTCTCAAACAT-
GATC-3", %95 °C 30 s ¥IERAE 1 B 95 °C 5 s M
60 C 30 s, ¥ 40 ¥k, R4 27> fHTHA % 5 hn A
X FRIB K-,
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